Most infections during pregnancy affect neither the fetus nor the course of pregnancy, but some (like rubella) can cause profound teratogenic effects (5, 27) , or others (such as smallpox and chickenpox) can result in severe natal and maternal infections (8, 20) . Pregnant women also appear to be hypersusceptible to influenzal infections. During the Asian influenza epidemic of 1957, 50% of women of childbearing age who died from influenza, and particularly bacterial superinfections, were pregnant (1, 7, 10) . Even in this antibiotic era, postpartum bacterial infections, such as in the urinary tract, are an important cause of maternal morbidity (29) .
Limited data exist as to the immune status of pregnant females or their incidences of various infections. One model of uterine infections in pregnant animals indicated an enhanced susceptibility to bacterial infections, especially during late gestation (4) . The intensity of leukocytic infiltrations into experimentally infected uteri are also less in pregnant than nonpregnant females (12 21 and 33 weeks. Seventeen additional patients ranged between 34 weeks and term, and five patients were in active labor (one patient, labeled B, had been studied at 38 weeks). Ten patients were examined within 3 days of parturition, one of whom had been studied before labor (labeled patient A). Parity of postpartum patients included the present pregnancy. Controls also were not taking any medications.
Migrational assay. In vitro leukocyte chemotaxis was tested by modification of the Boyden method as previously described by Martin et al. (14) . In brief, leukocyte-rich plasma was obtained from 25 ml of heparinized venous blood by allowing erythrocytic sedimentation for 1 h in 6% dextran. After the plasmarich fraction was washed with 0.87% (wt/vol) ammonium chloride (pH 7.4) and centrifuged (500 x g), the cells were suspended in phosphate buffer solution (pH 7.4 (6, 17, 26 This observed defect in chemotaxis may be related to circulating steroidal compounds which increase during gestation, such as estrogens, which appear to be anti-inflammatory in in vitro studies (3, 22) . Estrogen treatment of animals also produces diminutions in size of granulomas after tuberculous infections (22) , smaller sizes of skin-test reactions after tuberculoprotein sensitization (13) , and lesser inflammatory responses after croton oil administration (9) .
These alterations in levels of hormones which occur during gestation may alter phagocytic migration toward chemotactic stimuli. Several hormones are now known to interact with phagocytic membranes and trigger changes in cellular metabolism (11, 25) . Other studies will be necessary to explain the biochemistry of these 
